hospital previously; however, his albumin level further decreased to 1.2 g/dL in the following three months. Contrast-enhanced abdominal computed tomography (CT) revealed a thickened small intestinal wall with increased contrast enhancement in an extensive intestinal segment accompanied by multiple swollen mesenteric lymph nodes.
Four months after the clinical onset, he was referred to our hospital because of progressive hypoalbuminemia without clinical improvement. Upon admission, severe pitting edema in both legs and eye oil secretions were confirmed on physical examination. His appetite was normal with normal stool appearance. His body temperature was 36.8°C, blood pressure was 140/84 mm Hg, heart rate was 74 bpm, height was 174 cm, and body weight was 66.2 kg; the latter was significantly greater than that observed prior to the clinical onset. A blood test revealed normal liver and renal functions, total protein level of 4.0 g/dL (normal: 6.6-8.1), albumin level of 0.9 g/dL (4.1-5.1), prealbumin level of 11.3 mg/dL (22-40), C-reactive protein level of 0.21 mg/dL (0.00-0.14), erythrocyte sedimentation rate of 83 mm/1 h (2-10), d-dimer level of 7.1 μg/mL F I G U R E 1 Histopathology, 99m Tc-labeled human serum albumin scintigraphy, and the treatment course of the patient. (A; left) Specimen from the ascending colon showed edematous stroma of the lamina propria mucosa with lymphocytic infiltration. (A; middle) Immunostaining for the complement C1q showed positive staining predominantly around the vessels. (A; right) Specimen from the lower lip showed findings compatible with the diagnosis of Sjögren's syndrome. (B) Technetium-99m ( 99m Tc)-labeled human serum albumin (HSA) scintigraphy revealed protein leakage from an extensive area of the small intestine. The injected radioisotope accumulated mainly in the ileum 2 h after the injection, which later moved to the colon 24 h after the injection. Immunostaining was performed in the specimens biopsied from the duodenal mucosa, which revealed strong C1q, C3d, and immunoglobulin G (IgG) staining mainly around the vessels ( Figure 1A middle).
Based on the findings of abnormally high levels of serum anti- 
SS-

| D ISCUSS I ON
The cause of hypoalbuminemia can be roughly categorized into the following two patterns: (a) decreased amount of oral protein intake or protein production in the liver and (b) increased amount of protein consumption or protein discharge from the body. 5, 6 Hypoalbuminemia based on liver failure is included in the former and that based on nephrotic syndrome is included in the latter. In Immunohistochemical staining was performed in two of the aforementioned previous case studies, one of which showed perivascular deposition of IgG and C3, as that shown in the present case 11 , but another did not. 12 One of the reasons underlying the most severe hypoalbuminemia in the present case seems to be the relatively long time period from the onset to the diagnosis of PLGE because all the previous cases involving a short time period from onset to diagnosis (ie, ≤1 month) did not show severe hypoalbuminemia. Considering PLGE as a differential diagnosis of hypoalbuminemia may be key to avoid a delayed diagnosis. Once the cause of PLGE has been identified to be connective tissue disorders, swift initiation of immune suppressants may result in a dramatic improvement in symptoms.
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